hypertension is sustained by either of two longterm mechanisms of arteriolar vasoconstnction or by an inappropriate reaction between them. One mechanism is renin-mediated, the other is related to antecedent renal sodium retention. The plasma renin value directly reflects the presence and degree of renin-mediated vasoconstriction, and, inversely, defines the predominance of sodiumrelated vasoconstriction.
therapy. Conversely, low-renin equally hypertensive patients have relatively more sodium volume and are less vasoconstncted; they are generally responsive to natriuretic drugs (e.g., diuretics or calcium antagonists) and appear relatively protected from vascular sequelae such as stroke and heart attack. These 
